Transient thyrotoxicosis has been reported in patients with subacute thyroiditis (Volpe et al., 1958) , painless thyroiditis (Woolf and Daly, 1976) , postpartum transient thyrotoxicosis (Amino et al., 1976) , and silent thyroiditis (Nikolai et al., 1980) . It is considered to be destruction-induced. thyrotoxicosis. Whether or not it is associated with neck pain, the thyroidal radioactive iodine uptake is usually very low. It almost always undergoes spontaneous remission and sometimes passes through the euthyroid and then the hypothyroid state.
Recently, Maruyama et al., (1982) reported a patient with rheumatoid arthritis who showed transient hyperthyroidism after the cessation of long-term therapy with adrenocorticosteroid.
The patient was histologically ascertained to have chronic lymphocytic thyroiditis. They thought that the thyrotoxicosis was induced by withdrawal of the steroid hormone which had an immunosuppressive action.
In this report, we present similar evidence in two cases which showed transient thyrotoxicosis induced by the escape from long- and then gradually increased with a concomitant increase in TBG, but remained within the normal range. Twenty four hr 'I thyroidal uptake was only 6.5%. Repeated examination of antithyroglobulin and antimicrosomal antibody were negative in this case. No antithyroid drug was prescribed (Fig. 2) .
Discussion
Usually, thyrotoxicosis is due to the overfunctioning thyroid gland, the cause of which may exist in the thyroid gland itself or may be due to TSH or some other thyroid stimulators (Adams and Purves, 1956 ; Adams and Kennedy, 1967 ; Onaya et al., 1973) .
There exists another type of thyrotoxicosis due to destruction of the thyroid gland caused by thyroiditis. The latter is characterized by the short course of its clinical signs. Most of them are reported to pass from a hyperthyroid state to a euthyroid state or, occasionally, to a hypothyroid state (Solen et al., 1984) . It is now considered that the low thyroidal 131I uptake is the best indicator to use in differentiating the latter from the former. Almost all cases so far reported with transient thyrotoxicosis induced by the destructive change were known to be associated with low thyroidal 131I uptake (Woolf and Daly , 1976 ; Papaterou and Jackson, 1975) . As far as we know, the presence of abnormal thyroid stimulators which cause only the release of thyroid hormones without elevating thyroidal iodine uptake has not hitherto been reported. Therefore our patients seem to have had some kind of destruction-induced thyroiditis, probably painless thyroiditis. Gluk et al., (1975) described the histological findings of thyroid biopsy specimen obtained from patients with painless thyroiditis.
Histological studies were not performed in our patients, but the existence of antithyroid antibodies and increased consistency of the thyroid gland without tenderness indicate underlying lymphocytic thyroiditis in case 1. In case 2, antithyroid antibodies were not detected, so there is no evidence of underlying lymphocytic thyroiditis. Inada et al. (1981) , however, reported a patient with transient hyperthyroidism due to painless thyroiditis who did not have antithyroid antibodies, but slight lymphocytic infiltration into the thyroid was detected in the biopsy specimen.
A decreased T3/T4 ratio is also submitted as a useful indicator in differentiating the destruction-induced thyrotoxicosis from Graves' disease (Amino et al., 1981) . In our cases, T3/T4 ratio were over 20 and were not compatible with the previous reports. This discrepancy may be partially explained by decreased TBG concentration caused by long-term hypercorticism (Oppenheimer and Werner, 1966) . It is said that decreased TBG causes the T3/T4 ratio to increase (Larsen, 1972) . Therefore, the T3/T4 ratio is not a reliable indicator in such cases as ours. Low TSH levels and negative TRAb titers, as Onaya et al., (1983) suggested, are also compatible with painless thyroiditis.
The incidence of the association of Cushing's syndrome with chronic lymphocytic thyroiditis has not often been reported. It is known that the glucocorticoid suppresses the peripheral conversion of T4 to T3 (Burr et al., 1975) and induces the disappearance of long-acting thyroid stimulator (Snyder et al., 1964) . It is also known that the adrenal steroid suppresses TSH secretion (Visser and Lambert, 1981) and the activity of Graves' disease (Williams et al., 1975) . On the other hand, Volpe et al. (1978) pointed out that Graves' disease has been initiated in the course of steroid therapy, and assumed a connection between its occurrence and the Tlymphocyte suppressive effect of the steroid. Blizzard et al., (1962) used a quantity of steroid hormone in patients with Hashimoto's disease, and observed a decrease in the titer of the antithyroid antibody. They are the changes caused by the immunosuppressive effect of the steroid hormone leading to cessation of the destructive changes in Hashimoto's thyroiditis. Considering all of these, the transient thyrotoxicosis after the resection of adrenal cortisol-hypersecreting tumor in patients with lymphocytic thyroiditis appears to be a not unusual sequel. Vol. 31, No. 5 HYPERTHYROIDITIS AND CUSHING'S SYNDROME 581 Maruyama et al. (1982) have recently reported a transient thyrotoxicosis which occurred after the cessation of steroid therapy in a patient with autoimmune thyroiditis and rheumatoid arthritis. It is of interest to note that there is much similarity between their case and ours. It seems proper to say that this type of transient thyrotoxicosis is one of the steroid withdrawal syndrome. The mechanism of this syndrome, however, remains to be investigated further.
